issues C Gaultier
The obstructive sleep apnoea (OSA) syndrome was first identified in infants and children by Guilleminault et 
Prevalence
We still know little about the prevalence of increased respiratory resistive loads during sleep in infants and children. Reliable data on the incidence of the OSA syndrome during infancy and childhood are not available. Series ofpatients with OSA published in the paediatric medical literature suggest that the peak incidence is in the 2-5 year age group. This age group may be particularly susceptible to OSA because of the prominence of pharyngeal lymphoid tissue during these years. 5 In children, in contrast to adults, there is no clear male predominance of OSA. 4 The prevalance of snoring in two large populations of children has been evaluated by questionnaire.67 Between four and six years of age the reported prevalence of snoring was 7-10%. 7 In one of these studies children aged [4] [5] '6 Systemic hypertension is found in a large percentage of adult patients with the OSA syndrome.4 In a series of 50 cases diurnal systemic hypertension was found in 10% of patients, all of whom were older than 10 years.'3 More recently, no abnormalities in systolic or diastolic arterial pressures were observed in 22 children aged 6 (0 4) years.'7 Non-invasive continuous blood pressure measurements were performed in two children whose fingers were big enough to allow use of a cuff designed for adults and pulsus paradoxus was found in one. '5 There are conflicting data with regard to ECG abnormalities in children with the OSA syndrome. A study carried out in the early 1980s in a group of 50 children with OSA found sinus arrests lasting from 2-5 to 9 seconds in 52% of cases, second degree atrioventricular block in 28%, and paradoxical tachycardia in 16%.'3 However, a more recent study in 12 subjects aged eight months to 14 years with complete and/or partial airways obstruction during sleep failed to find significant changes in heart rate during numerous episodes of severe hypoxaemia. ' 68 Little attention has been paid to the functional and anatomical consequences of chronic obstruction on the growth of the upper airways. Experiments in rhesus monkeys have demonstrated interactions between abnormal nasal breathing and abnormal growth of the mandible starting at birth.69 These environmental factors may explain why residual symptoms are sometimes seen after tonsillectomy70 and why symptoms can recur after puberty.7" Finally, a racial predisposition for OSA due to hypertrophy of the lymphoid tissues has been suggested, since young black subjects have more lymphoid tissue than young white subjects.72
Of the craniofacial abnormalities that have been found to be responsible for sleep-related upper airways obstruction, the Pierre Robin syndrome has been extensively studied.73 Using flexible fibreoptic endoscopy Sher et al showed that obstruction of the airways is due not only to glossoptosis but also to many other abnormalities. 74 In infants with micrognathia the pharyngeal airway closing pressure during nasal occlusion trials was correlated with genioglossus muscle activity, suggesting that this muscle contributes to pharyngeal airway patency in micrognathic infants. 75 Endoscopic observations in children with the OSA syndrome due to other craniofacial anomalies such as Crouzon syndrome, TreacherCollins syndrome, and other disorders have shown that the mechanism of airway collapse is variable.76 The midfacial and mandibular hypoplasia and glossoptosis seen in Down's syndrome increase the risk of OSA. Undiagnosed OSA may contribute to the unexplained pulmonary hypertension seen in some of these children. 77 Other disorders associated with an increased risk of OSA in children include sickle cell an- 
